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. "It really was a spectacular finding," says Bart De Strooper, who studies neurodegenerative diseases at the Catholic University of Leuven in Belgium.
So far, therapies that directly target amyloid-β have not performed well (see 'Clinical trial disappoints'). The prospect of targeting prions instead was a cause for excitement. "It could make a fast jump to a real therapy, if it were a real target," says Dominic Walsh, who studies Alzheimer's disease at University College Dublin.
But the disparate experimental methods used by researchers often lead to contradictory conclusions. "There's just a history of this in the field," says Roberto Malinow, an electrophysiologist at the University of California, San Diego. "There are these spectacular results and they have a half-life of six months to a couple of years."
Strittmatter and his team speculated that the prion protein, which is present on the surfaces of neurons, might activate a cell-damaging pathway when bound and activated by amyloid-β. To test that idea, they injected amyloid-β into mice and measured the electrical changes that take place in the brain during memory retrieval. The electrical signatures were unaffected in mice that lacked the prion proteinsuggesting that the prion protein mediates damage caused by amyloid-β.
Yet when others in the field rushed to build on the work, the results differed. Gianluigi Forloni, an Alzheimer's researcher at the Mario Negri Institute for Pharmacological Research in Milan, Italy, and his team also injected amyloid-β into mice lacking the prion protein, but found that the mice suffered memory deficits even in the absence of the prion protein 
